Case report. Mr A, a 38-year-old single man, was admitted to the emergency setting of Iran Educational and Therapeutic Center of Psychiatry because of his suicide attempt in February 2009. He reported hearing voices who ordered him to kill himself. The patient started methamphetamine use in March 2008 at 1 "pack"/d (a pack is equal to one-tenth of a gram) and gradually increased his dose up to 2.5 packs before his admission. Four months after beginning to use the drug, he began to experience auditory hallucination and persecutory delusion. Initially, the hallucinations comprised voices of 1 or 2 people commanding or insulting him. Gradually, the number and frequency of voices increased, and the voices did not leave the patient even for a moment. He tried to self-medicate by increasing the dose of methamphetamine, which would bring him a temporary relief for 1 or 2 hours; after which, the voices would return more vigorously. Therefore, he might use the drug up to 4 or 5 times a day.
A mind-reading delusion also appeared 2 months after the emergence of psychotic symptoms. In September 2008, he attempted suicide by injecting opioids, but recovered without medical intervention. He then abstained from the drugs for 2 weeks, and the symptoms waned in 5 days without further treatments. However, after restarting the substances, symptoms recurred and continued until he was admitted following his second suicide attempt by hanging in February 2009.
His substance history began 5 years ago with dependence on "crack" heroin-a kind of crystallized heroin that is highly prevalent in Iran under that street name with higher purity than usual heroin-which he used every day and increased its dose until winter at the start of 2008, when he decided to discontinue the substance. About 20 days later (March 2008), he began to use methamphetamine.
During admission, he was treated with 10 mg/d of haloperidol and 4 mg/d of biperiden, and the symptoms remitted in 3 days. Haloperidol was reduced to 5 mg/d, and the patient was discharged. He discontinued the medications after discharge and started a daily use of crack heroin and an occasional use of methamphetamine. However, he experienced short periods of auditory hallucination (for 3-4 days) in April 2009, despite being abstinent from methamphetamine for several weeks. He sought treatment when one of these periods did not remit spontaneously and was accompanied by delusions. He was treated with risperidone 1 mg/d, which was titrated up to 6 mg/d. Symptoms remitted in 1 week, and the dose of risperidone was reduced to 3 mg in his following visit in July 2009. In October 2009, despite taking risperidone, he experienced a relapse of auditory and visual hallucination with a single dose of methamphetamine. When he was seen in the following week, psychosis had remitted and he complained of anxiety and depressive symptoms. The dose of risperidone was increased to 4 mg/d. Five weeks later, no psychotic symptom was present, and the patient was functional. He discontinued the medications in December 2009, and, in his last visit in late January 2010, his only complaint was insomnia.
Regarding opioid use, he decreased "crack" heroin to half of his former usage level after the end of May 2009 and abstained from it afterward with supporting medications. However, he began to use "crack" heroin (0.5 g/d) again in September 2009, which he discontinued after 1 month, subsequent to his visit in October with supporting treatments.
This report presents the course of a case of chronic methamphetamine-induced psychotic disorder during a 1-year follow-up. The patient experienced a short recurrence of psychosis while abstaining from methamphetamine, as well as another psychotic episode with methamphetamine use despite the fact that he was receiving antipsychotic medication.
Progressive qualitative alterations in the methamphetamineinduced symptoms, from a nonpsychotic to a prepsychotic to a frankly psychotic state, 8 or increasing vulnerability to relapse of psychosis 9 have been reported with increased duration of the drug use. The current case further shows progression of severity and complexity of symptoms, from 1 or 2 to several hallucinating voices and from non-Schneiderian to Schneiderian delusions, with longer duration of methamphetamine abuse. Moreover, spontaneously remitting psychotic symptoms that were closely related to methamphetamine abuse evolved to symptoms that were not immediately associated with methamphetamine use, and finally to symptoms that recurred even in the presence of antipsychotic treatment.
DSM-IV-TR predicts that symptoms lasting more than 1 month after the cessation of a substance should not be attributed to the abused substance. Instead, these chronic symptoms would be related to a primary mental disorder. However, Japanese researchers have long claimed that methamphetamine-induced psychosis does not obey this rule and could be a chronic disorder lasting months to years. 10, 11 However, neither genetic studies 12 nor clinical observations 7 have yet provided convincing evidence for the claim that chronic methamphetamine psychosis is distinct from schizophrenia. Although further studies are necessary to clearly define this issue, the existing evidence, including the current case, would cast a major doubt on, if not refute, the presumption of DSM-IV-TR. Documented cases with psychotic symptoms that would last longer than 1 month have a close association with methamphetamine abuse and are quite different from schizophrenia in terms of symptom severity and duration and prompt a need for revision in this section of the DSM-IV-TR.
Many questions arise: What are the appropriate treatments for patients with methamphetamine-induced psychotic disorder? How long should their antipsychotic treatment be continued? What is the best treatment for the accompanying anxiety and depressive symptoms? What will be the long-term course of these patients? These and many other related questions remain unanswered.
Methamphetamine psychosis has introduced itself as an exception among substance-induced psychotic disorders. Therefore, elucidation of its mechanisms could potentially provide new clues to the etio-pathogenesis of mental disorders in general, and schizophrenia in particular.
